To determine the electrocardiographic consequences of experimentally produced left posterior fascicular block, electrocardiograms of three baboons and three dogs were recorded from extremity and chest leads, from an esophageal lead, and from atraumatic exploring epicardial leads both before and after left posterior fascicular block and again after right bundle-branch block. The heart of each animal was exposed through a midline stemnal incision. Left posterior fascicular block was produced by a ligature technic.'-When appropriate, the right bundle branch was severed with a knife introduced into the right ventricular cavity through the anterior free wall.2 Before and after left posterior fascicular block and again after right bundle-branch block, electrocardiograms were recorded from standard unipolar and bipolar extremity leads, from unipolar chest leads, from an esophageal (posterior) lead, and from atraumatic exploring epicardial leads.
IN PREVIOUS accounts' 2 we have described the electrocardiographic consequences of experimentally produced left anterior fascicular (arborization) block (LAFB) alone or when combined with right bundle-branch block (RBBB). The present report provides corresponding definition of left posterior fascicular block (LPFB).
Methods
Studies were done on three baboons and three mongrel dogs. Baboons were first tranquilized with phencyclidine,* 2 to 3 mg/kg given intramuscularly, followed by pentobarbital, 10 to 15 mg/kg given intravenously. Dogs were anesthetized with only pentobarbital; initially about 30 mg/kg was given intravenously. From The heart of each animal was exposed through a midline stemnal incision. Left posterior fascicular block was produced by a ligature technic.'-When appropriate, the right bundle branch was severed with a knife introduced into the right ventricular cavity through the anterior free wall. 2 Before and after left posterior fascicular block and again after right bundle-branch block, electrocardiograms were recorded from standard unipolar and bipolar extremity leads, from unipolar chest leads, from an esophageal (posterior) lead, and from atraumatic exploring epicardial leads.
On completion of all recordings, the interior of both ventricles was examined, and the location and extent of each septal lesion were defined.
Results Figure 1 illustrates a typical left posterior ventricular septal laceration in a baboon heart. This is a view through a posterolateral incision in which the anterior leaflet of the mitral valve was bisected and the aortic valve was divided between left and posterior cusps. The exposed from which fibromuscular bands extend toward the apex and free wall. The anterior papillary muscle can be seen at the left of the picture, the posterior papillary muscle at the right. The laceration is the vertical shadow just to the left of t-he posterior papillary muscle, right of the center of the photograph. Neither of these electrocardiograms (that is, neither LPFB nor LPFB + RBBB) viewed in isolation from earlier or later tracings was clearly abnormal. However, records from direct epicardial leads included in figure 3 established the presence of markedly aberrant excitation. After left posterior fascicular block alone, a lead from a midposterior epicardial point (LP) displayed a qRs complex replacing the rS complex of the control. The intrinsic deflection occurred at 60 msec in contrast to posterior fascicular block, a lesser magnitude of increase than that which developed under comparable circumstances in the baboon.
Following addition of right bundle-branch block, complexes from point RV showed a slightly greater R to S ratio in the dog than in the baboon, but heart. Views, timing, and stages are as described for To portray the timing of epicardial excitation at each stage of block, the diagrams of figure 5 were prepared from study of records made at each of 33 epicardial points and averaged for the three different baboons. The control diagrams show two regions of relatively early excitation, one over the anterior midbasal wall of the right ventricle and the other over the apical portion of the left ventricle. Latest zone of excitation of the epicardium was at the posterolateral base. After left posterior fascicular block, excitation was delayed posteriorly. Following the addition of right bundle-branch block, the early focus on the anterior of the right ventricle was eliminated. Spread of excitation from the left anterior (apical) focus then enveloped the free wall of the right ventricle even more slowly than the free wall of the left ventricle. Figure 6 displays equivalent diagrams of the spread of excitation averaged for the three different dogs. In the control state canine epicardial points were excited earlier than corresponding points in the baboon except anterolaterally where intrinsic deflection time was essentially the same in both species. Left posterior fascicular block resulted in a region of delay posteriorly which was less prolonged and less basally oriented in the dog than in the baboon. Addition of right bundle-branch block caused still further delay in both species, but less in the dog than in the baboon, except for a small zone (3 points) at the base of the heart anteriorly overlying the pulmonary outflow tract of the right ventricle. The most basal point on the anterosuperior surface of the right ventricle was last to be excited at this final stage in all three dogs, whereas the most basal point on the right lateral margin of the right ventricle was last to be excited in all three baboons. Figure 7 from a baboon and figure 8 from a dog are derived from a previous study of left anterior fascicular block.2 These are counterparts of figures 5 and 6, respectively, and are included for convenience of comparison.
Discussion
In left posterior fascicular block as in left anterior fascicular block, ventricular complexes of direct epicardial leads from sites overlying zones of delayed myocardial excitation reveal the following changes compared with complexes recorded before production of block: (1) increased ratio of R to S; (2) 
